The British system for anticoagulant control based on the use of a national thromboplastin reagent with a national system of reporting supported by national quality control studies using lyophilized plasma preparations thus appears to offer a model which many countries abroad have begun to copy to solve their own national problems. Good progress has already been made in this direction in some Commonwealth countries and in South Africa. Clinically, the patients are usually in the fifth and sixth decades, although the conditions may be seen in younger patients. There is a preponderance of females to males (5:2 in this series). The urine does not contain malignant cells and there is no consistent pattern of urinary tract infection, most patients having a sterile urine on presentation or during the course of the condition. Intravenous pyelography is usually normal, but may show a dilated upper tract (2/7) or a filling defect in the bladder (1/7). On cystoscopy the lesion appears red and angry with irregular elevation of the bladder mucosa resembling an infiltrating neoplasm. The lesion usually appears single.
Histologically the lesion is always covered by intact mucosa in the early stages. The epithelium is usually regular. The submucosa contains congeries of vascular spaces with area of vasoformative tissue infiltrated by inflammatory cells, including many pus cells. No organisms are seen in the fixed tissue preparations. Electron microscopy shows no inclusion bodies and no visible virus particles.
The lesion may regress spontaneously leaving an area of scar tissue under the bladder mucosa; in one case progression to leukoplakia occurred. Generally the lesion persists with continuing symptoms unless resected endoscopically or excised by segmental cystectomy. In two patients additional lesions have arisen. Immunological studies have been made on one patient and show an apparent deviation of complement into the lesion.
Fibrin and Complement in Glomerulonephritis
A. M. DAVISON, D. THOMSON, AND MARY K. MACDONALD (University of Edinburgh, Edinburgh) Glomerulonephritis may be induced in experimental animals by immunological means and it is thought that some forms of human glomerulonephritis are due to such mechanisms. Immunological reactions may be associated with activation of the coagulation and complement systems with subsequent deposition of complement and fibrin.
Histologically it is possible to classify glomerulonephritis on the basis of morphological appearance. However it is now recognized that identical histological appearances may be produced by a wide variety of aetiological factors and conversely a single precipitating factor may induce differing histological patterns. Electron microscopy is of further value in characterizing the ultrastructural features of glomerulonephritis, but it is not possible to determine the nature of deposited material by this method. Immunofluorescence microscopy is of considerable help in elucidating the composition of the material deposited within the glomerulus in a patient with glomerulonephritis. There is a good relationship in the site of abnormal material as observed by immunofluorescence and electron microscopy. In addition examination of the urine from patients with glomerulonephritis for the degradation products of fibrin and complement reveals a good relationship between their excretion and the presence of such material within the glomerulus.
It has been possible to demonstrate that the mesangial cell is responsible for removing material deposited within the glomerular capillary walls, and indeed for the ability to recover from a given insult. It may also be the case that the histological pattern is determined more by the ability of the mesangial cell to remove adequately the products of immunological injury than by the nature of the primary aetiological factor. 
